Poisoning with the herbicide paraquat will result in one of three clinical syndromes. Mild poisoning is associated with oral mucosal irritation and ulceration and gastrointestinal discomfort, but recovery usually occurs with simple supportive measures. In contrast, severe poisoning, which can occur as a result of the ingestion of as little as one mouthful of the agricultural preparation, leads to death within a few days of admission from a combination of respiratory, hepatic and renal failure and cardiovascular collapse despite full intensive care support. Less severe poisoning is commonly associated with acute renal failure, hepatitis, and progressively more severe respiratory failure which frequently results in death from inadequate gas exchange secondary to a proliferative bronchiolitis/alveolitis which may occur as late as six weeks after ingestion.' After poisoning, but before the development ofrespiratory failure severe enough to require ventilatory support and sedation, there is often an interval which the patient, close relatives, and health care staff find extremely distressing. It is probably in this group of patients that active treatment is most likely to achieve benefit.
The lung is a major target for paraquat toxicity because of the active, energy-dependent uptake of the herbicide by alveolar cells, subsequent cellular reduction of the paraquat to a monocation radical and, in the presence of oxygen, the formation of a dication and the reactive superoxide species (02-). It 
